1st November, on account of an injury to his back which he sustained about half an hour previous to his admission.
In examining the case I intend to consider, first, the nature of the local lesion from which I believe the patient to be suffering, and then to pass on to a detailed review of the symptoms he has presented, and their causes. When the man was brought here he was suffering from paralysis of his lower extremities, the result of the injury inflicted upon his spine by its violent contact with a chain during a fall which he sustained while crossing a plank leading from a ship to land. From the instantaneous occurrence of the paraplegia I stated to those of you who were with me at the time that he had probably sustained fracture of his vertebral column; that in the majority of cases there is evidence that the diseased or injured part of the cord has been the seat of inflammation, and that there has been extension of this inflammation to the inferior segments of the cord, and that it is the " irritation " propagated from the seat of injury to the periphery that determines this depraved, nutrition of the skin. The second explanation is founded upon the existence of trophic nerves, and this I regard as the correct solution, for Charcot's theory does not recommend itself to us, in that every neuritis is not followed by trophic derangements at the periphery, and that the evidence of this neuritis or irritative lesion is not complete; and, as Yulpian has well said, how can a nerve which has lost both its normal structure and physiological properties, even although inflamed, convey any influence irritative or otherwise ? Therefore, as a recent reviewer has put it, " we are compelled to adopt the hypothesis that the peripheral nutritive defect is due to the loss of some influence which, under normal circumstances, is conveyed to the nerve injured. In other words, * that there are nerves which exert a special influence on the nutrition of the parts to which they are distributed, an influence which entitles them to the name of trophic nerves," and that the injury to the cord induces such a change in the trophic nerve influence or supply that mal-nutrition is the result, hence the occurrence of acute decubitus.
I shall now for a moment glance at a point connected with the condition of our patient's lower extremities, which I purposely left unnoticed until this period of our lecture, for the reason that the rapid muscular atrophy, which he presents to a very great degree, and acute bed sore are generally concomitant. In searching for the cause ot this atrophy, we ask, Is there any inference to be drawn from the simultaneous development of the two conditions ? Have they a common origin ? I think that the answers must be in the affirmative.
Let me next invite your attention to the phenomena observed in connexion with our patient's urinary functions. In the course of a few days after the accident we found that, in addition to the abnormalities connected with liis urinary function, the urine itself had undergone changes, for it was alkaline, putrid, and bloody, and contained a large quantity of mucus, which was so abundant that on one occasion it blocked up the catheter. This condition of the urinary secretion is an invariable accompaniment of serious injury to the cord, but its explanation is a matter of dispute. Traube Stirling has offered me another explanation, and it is, to say the least, as plausible as any yet brought forward. He suggests the possible development of some ferment in the epithelium, through whose action upon the urine these changes may be induced. This ferment may result from disturbance of the trophic nerve supply, and its development may be due to the absence of the natural healthy influence which these nerves normally exercise, or to their conveyance of some new hurtful effects, by which a substance capable of exciting decomposition is manufactured ; so trophic nerves once more come to our aid in explaining away the difficulties by which our path is beset.
The incontinence of feces, from which our patient suffered, admits of an easy solution, viz., paralysis of the sphincter, with continuance of peristalsis, the feculent mass being gradually pushed towards the anus, and the controlling power of the sphincter being lost, there was no barrier to its egress. The nerve supply of the intestine, derived from the vagus and sympathetic, was probably unaffected, and even if it had been, the intrinsic ganglia in the walls of the gut would have sufficed to keep up the peristaltic action of the intestinal tube by which fecal incontinence would have been induced.
The last symptom of which I shall speak to-day is the condition of the penis in cases of vertebral fracture. In the case of the patient who suffered from cervical crush, priapism was well marked, and in our present case the penis was somewhat swollen, but never actually priapismatic. The priapism arose from flooding of the erectile tissue spaces with blood, the penile vessels being paralyzed readily admitted of their over-distension,?a condition which the muscular fibres of the erectile tissue, from their paralysis, were powerless to prevent, and the swollen state of the penis in the case now under notice had a like origin.
These then, gentlemen, are the main features of interest connected with our case, and I trust that although this lecture has been more devoted to applied physiology than to practical surgery, you may have learnt one not unimportant lesson?that a knowledge of physiology is not only necessary for the correct interpretation of clinical cases, but that it will render the study of disease both useful and attractive.
